Approximately 6 days after the change in medication, the patient's mental state began to deteriorate. He began asking questions such as, "why do children cry?" Community psychiatric nurses also noted the patient had become rather sexually inappropriate. On admission to hospital, he had marked cognitive decline, poor concentration, and poor memory. He was perplexed and not oriented in time or place. It was becoming extremely difficult to understand the patient and follow his thoughts-he had become illogical. On admission to hospital, his vital signs were stable, and while in hospital, he had a grand mal seizure. He was then transferred to the intensive care unit (ICU). There, it was noted that the patient had a right arm abnormality, which was later discovered to be a humeral neck fracture. When the patient was seen, there was an elevation in the creatinine kinase level, and it was felt that this was evidence of neuroleptic malignant syndrome. He did not develop a fever (that is, a temperature greater than 38.5 ºC) at any point. He was extremely rigid. Initially, the ICU staff felt there was a possibility of encephalitis. A lumbar puncture was done, which was normal.
It was felt that the patient had a variant of neuroleptic malignant syndrome. He was extremely rigid, though not febrile. Risperidone was discontinued, and he was placed on clozapine. Since that time, he has been functioning well in the community.
Harminder Anand, MD, FRCPC, D Spaner, MD, FRCPC Edmonton, Alberta
Antipsychotic-Induced QTc Interval Prolongation Case Report
Mr X is an African male, aged 45 years, with a history of chronic paranoid schizophrenia and cocaine abuse. He was admitted to the VAMC psychiatric inpatient unit owing to exacerbation of psychotic symptoms. Mr X was experiencing command auditory hallucinations, directing him to kill himself, along with paranoia, thought insertion, thought broadcasting, and thought withdrawal. During the week prior to admission, Mr X had relapsed to using cocaine, and psychotic symptoms had been worsening, despite treatment with intramuscular haloperidol. On admission, his evaluation comprised a detailed psychiatric, medical, substance abuse, and psychosocial history as well as the relevant laboratory studies. He had a white blood cell count of 6.6; hemoglobin count, 14.7; hematocrit count, 44.8; and platelet count, 285 000. Electrocardiogram on admission revealed QTc interval of 428 milliseconds. Admission vital signs were the following: temperature 97.7, pulse 75, respirations 20, blood pressure 115/74.
We noted that Mr X, who had been sober and involved in substance abuse treatment prior to the week before admission, had failed at least 2 trials of typical and atypical neuroleptics. In light of the history and severity of symptoms, we decided a trial of clozapine would be the most appropriate course of treatment. Haloperidol was discontinued. Mr X was started on 25 mg daily of clozapine, with the dosage gradually increased to 150 mg in 2 weeks. Electrocardiogram (EKG) and laboratory values were monitored regularly. Within 14 days of clozapine treatment, QTc interval had increased to 472 milliseconds, and the patient was tachycardic, with heart rate over 100 beats per minute. At this point, an internal medicine consult was obtained. The recommendation was to immediately discontinue clozapine because of the risk for potentially fatal arrhythmia, such as torsade de pointes. Thus clozapine, which had so far been effective in controlling psychotic symptoms, was discontinued. Quetiapine was initiated the next day, and monitoring of vital signs, laboratory values, and EKG was continued. Over the next 3 days, the QTc interval returned to baseline of 428 milliseconds and remained at baseline throughout the patient's hospitalization. Vital signs also remained stable with heart rate returning to baseline level. To treat Mr X's psychosis effectively, quetiapine dosage was titrated to the maximum recommended daily dosage of 800 mg. Mr X tolerated quetiapine well and was safely discharged from the hospital in 2 weeks time. He continues in outpatient treatment and remains stable.
Drug-induced QTc prolongation, though not very common, is potentially fatal. Usually, multiple risk factors need to be present to precipitate arrhythmia, including drug use, such as cocaine (1) . In contrast, substance abuse is common among schizophrenia patients, with up to 50% meeting criteria for comorbid substance abuse or dependence. Cocaine abuse is especially problematic because it complicates psychosis and has been shown to prolong QT and QTc intervals and to lead to lethal arrhythmias (2) . As our case shows, comorbid cocaine abuse can increase the risk of antipsychotic-induced cardiotoxicity. Though clozapine pharmacotherapy remains an important option for patients with treatment resistant schizophrenia, with other treatment resistant psychotic disorders, and (or) with severe tardive dyskinesia, other treatment options such as quetiapine can be highly effective (3), as shown in our case. Patient safety depends on careful screening for risk factors associated with QT/QTc interval prolongation, especially comorbid substance abuse; close monitoring once antipsychotic treatment is initiated; and appropriate follow-up treatment, both for the primary psychotic disorder and for comorbid substance abuse.
Vijay Dewan, MD, FRCPC, Barbara Ann Roth, MD Omaha, Nebraska
Using Depression Inventories: Not a Replacement for Clinical Judgment
The Children's Depression Inventory (1) is one of the most common psychometric tools used in assessing childhood depression (2) . It is a self-report questionnaire that is considered to have a high internal consistency and a satisfactory reliability. Despite the fact that Kovacs never intended for the CDI to be used to diagnose depression and that its ability to discriminate between children with and without depression is questionable (3), there are many instances when the CDI has been employed to do just this (1).
Case Report
Allan, aged 11 years, was referred for psychiatric assessment of depressive symptoms. His presenting symptoms of fatigue, initial insomnia, hyperphagia, and decreased concentration had been ongoing for 1 year. His teachers had begun to report a decline in his academic and social functioning at school; however, his parents said that his presenting 646 W Can J Psychiatry, Vol 49, No 9, September 2004
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